cessive F-actin accumulation can be observed in Arabidopsis nap1 mutant trichomes, as has been reported in Drosophila nap1 mutants [5] .
The ratio of subcortical "core" actin to total actin abundance was found to differ in stage 4/5 arpC2 and arp3 trichomes versus wild-type trichomes of a similar developmental stage [13, 15] . Figure 2C shows the coreto-total ratios of nap1 and arp2 mutant trichomes as compared to that of the wild-type. GFP:FABD crosses were used because trichomes did not suffer mechanical damage during sample preparation. The ratio of core fluorescence to total fluorescence for arp2 shows a mild reduction with respect to the wild-type, suggesting that the subcortical core of stage 4/5 trichomes is relatively depleted of actin. The stage 4/5 branches of nap1-1 trichomes show an intermediate ratio. As compared to the actin cables in the trichome cytoplasm of the Arp2/3 complex mutants, the actin cables of nap1 plants may suffer from a similar but less severe rearrangement within the trichome cytoplasm.
In animal cells, NAP1 protein does not interact directly with the Arp2/3 complex. NAP1 binds to the N terminus of Abl-interacting (ABI) proteins that are also bound to SCAR/WAVE family proteins [9, 19] . Arabidopsis retains families of ABI-like proteins (see Figure S3 ) and Scar Homology Domain (SHD) proteins [20] . Four Arabidopsis SHD proteins contain a VCA-like sequence at their C terminus, where residues critical for the interaction with actin monomers and for Arp2/3 activation [21] have been conserved ( Figure 3A) . The ability of the Arabidopsis WH2 domain to bind G-actin was confirmed by expression of the VCA region of the SCAR-like protein AtSCAR1 (At2g34150), fused to a GST tag. The VCA protein bound to glutathione-sepharose beads was incubated with a Tobacco BY2 cell extract. Polyacrylamide gel electrophoresis followed by Western blotting and probing with anti-actin showed that actin associates with the VCA region ( Figure 3B 
